The effect of maternal diabetes mellitus on 
Introduction
Significant alterations in calcium homeostasis occur in infants born to insulin-dependent diabetic mothers. Both a reduction in bone mineralization and hypocalcaemia (Craig 1958 , Gittleman et al. 1959 , Tsang et al. 1972 , 1975 , Cruikshank et al. 1983 , Martinez et al. 1991 , the latter with associated tetany, convulsions and cardiac arrhythmia (Craig 1958) , have been reported to occur. The precise incidence of such events is not known since they are not routinely monitored. Never¬ theless several individual studies have reported severe hypocalcaemia in up to 50% of children examined (Tsang et al. 1972 , Cruickshank et al. 1983 ). The (Barker 1992) . Ethical reasons clearly limit the amount of information that can be obtained from pregnant women. However, the offspring of genetically diabetic rats (Verhaeghe et al. 1986 (Verhaeghe et al. , 1988 (Husain et al. 1994 ). The present study looks specifically at the role of the maternal and neonatal kid¬ ney by comparing renal calcium excretion in pregnant diabetic rats and their offspring with that in control pregnant animals. Since we have previously shown that experimental diabetes increases renal calcium excretion in non-pregnant animals (Anwana & Garland 1990) we have also included such a group in the present study to see whether diabetes has an enhanced renal effect during pregnancy. The present study also includes some prelimi¬ nary data for magnesium and sodium. Magnesium is of interest in the light of reports of a disturbed mag¬ nesium homeostasis in diabetes (Garland 1992 Bodywt(g) CP 210-5 ±4-9 224-7 ±6-1 273-9 ±61 316-2 ±8-5 397-2 ± 10-2 DP 212-5 ±8-2 211-2 ±7-9 255-0 ± 8-7 258-8 ± 8-7*** 330-7 ± 10-0***tft D 218-3 ±7-4 2191 ±7-8 246-4 ± 6-3 250-9 ±7-6 250-3 ± 5-9 Food intake CP 20-5 ±1-3 18-9 ±1-8 240 ±1-0 24-6 ±1-7 28-8 ±1-5 (g/24h) DP 20-8 ±1-3 28-8 ± 4-6*** 45-9 ±4-8*** 550 ± 3-3***t 56-3±l-8***t D 22-2 ±0-9 32-3 ±1-9 44-5 ± 2-4 41-8 ±3-4 47-8 ±2-5
Fluid intake CP 24-6 ±2-1 26-6 ± 4-0 340 ±31 39-6 ±1-4 41-7 ±2-8
(ml/24 h) DP 29-9 ± 2-9 179-3 ± 14-8*** 235-3 ± 33-7*** 272-1 ± 29-4*** 318-3 ± 20-9***+ 18-7 ±2-6 17-4 i 1-8 2-3 ± 0-2 2-3 ± 0-2 2-3 ± 0-2 01 ±004 0-1 ±0-04 0-2 ±006 Post 14-3 ± 2-3 1651 ± 12-3*** 1351 ± 151 2-3 ±0-2 3-7 ± 0-2*** 3-4 ±0-2 01 ±0-04 0-5 ± 0-05*** 0-4 ± 0-03
Day 7 22-4 ±2-4 219-9 ±29-0*** 217-1 ±22-7 2-9 ±0-1 4-7 ± 0-4*** 4-8 ±0-3 0-1 ±0-05 0-6 ± 005*** 0-6 ± 007
Day 14
23-4 ± 1-8 302-9 ± 21-3*** 244-6 ± 19-9 3-3 ± 0-3 5-5 ± 0-4*** 4-9 ± 0-2 0-2 ± 0-03 0-9 ± 006***ttt 0-7 ±0-02
Day 21 19-7 ±1-7 299-6 ± 11-4*** 246-4 ±25-8 2-1 ±0-1 5-5 ±0-5*** 5-1 ±0-4 01 ±004 0-9 ±004***t (Garland 1992) . Such a deficit has recendy been linked to the development of a number of diabetic comphcations and the adverse fetal outcome of some diabetic pregnancies (Mimouni et al. 1987 ). (Brudenell & Doddridge 1989) . The smaller litter size of our DP rats had not been noted before, although an increased number of fetal résorptions had been seen in one previous study (Verhaeghe et al. 1986 ). 
